ERAHIRESFRE 2024451 A% 45%% 18 Int ] Lab Med,January 2024, Vol. 45,No. 1 o1

i

-
B DNA R8s o« EMRRBEFEFRHREMSEHNES T

MM, B KR, ERE, 250
EHREHAKRFERXEREEA, L TF 100053

 E.BH A FP DNA B4 « (DNA pol o) £ RFEHHK A (AD) P 8 £k KP4 L £ AD
RS TNL, ik B 2019 F 3 A £ 2023 F 4 A EBHEHKRFEXERKS ® AD %K (DAT) H &
# 100 B14E A DAT 48, % F ik s 5 A5 (MCD #3 8 % 43 61 4F 4 MCI 240 ; B 4, iR B 68 4 B 485 20 %) 84 1 B % 15
A HC 4, #ml &40 7 4 K P DNA pol o 89 &K KF ., # A 2K F T4 42 (ROC) ¥ £ 4 47 DNA pol o £
AD ®#LWMMA, R DAT 46 iF DNA pol o R K F & F MCIA(P<0.05)F HC £L(P<0.001), 4
% AD A2 &Z & ,DNA pol « RiAKRPFHHEALH, DNApol « RAKRFEF L HFREARESL T T L
(MMSE) #= 22 45 4] R A %o 345 & A (MoCA) 53 2 R A% (r=—0.155 3,—0.203 7, P<C0.05), DNA pol
a W DAT #e9 s & T & AR (AUC) 4 0. 682, ZHE A 0. 900, 4 7 E 4 0. 412; DNA pol a % B7 MCI # 49
AUC 4 0.546, ZAJEH 0.977 .45 F 4 0. 250;DNA pol o 5514 MCI #14= DAT H145 AUC 4 0. 664, &
SR 0.780,4 F F 4 0.535, &5 DNA pola £ DAT I AD B F% P A X K Pt H. AL A2 KF 5 AD
FAER e B — B A M DNA pol o ATHRAL B AD M R ENIFEH.

EgEDNA BA58 o; FMAREAERB; LMizddh; L HHA

DOI:10. 3969/j. issn. 1673-4130. 2024. 01. 001 FEZES LS R146. 1

MEHS1673-4130(2024)01-0001-05 MEKFRERD A

Expression and diagnostic efficacy of serum DNA polymerase o, in Alzheimer’s disease”
ZHAO Yue ,LIU Jing . ZHANG Xiaomin ,CUI Yuting .\WANG Peichang”

Department of Clinical Laboratory » Xuanwu Hospital sCapital Medical University sBeijing 100053,China

Abstract: Objective To investigate the expression level and diagnostic value of serum DNA polymerase a
(DNA pol ) in Alzheimer's disease (AD),and analyze its diagnostic efficacy in AD. Methods A total of 100
patients of dementia of Alzheimer's type (DAT) and 43 patients of mild cognitive impairment (MCI) from
Xuanwu Hospital Capital Medical University from March 2019 to April 2023 were included in this study,and
68 healthy individuals of the same age group were collected as the HC group. The expression level of DNA
pol a was detected in each group,and the diagnostic value of DNA pol a in AD was analyzed by receiver oper-
ating characteristic (ROC) curve. Results The expression level of DNA pol a in DAT group was higher than
those in the MCI group (P <C0. 05) and the HC group (P<C0. 001). The expression level of DNA pol a showed
an increasing trend as AD progressed. The expression level of DNA pol a was negatively correlated with Mini
Intelligent Mental State Examination Scale (MMSE) score and Montreal Cognitive Assessment Scale (MoCA)
score(r=—0.155 3, —0. 203 7, P <C0. 05). The area under the curve (AUC) of DNA pol a for diagnosing
DAT was 0.682,and the sensitivity was 0. 900. The AUC for diagnosing MCI was 0. 546,and the sensitivity
was 0.977. The AUC for differential diagnosis of MCI and DAT was 0. 664, the sensitivity was 0. 780,and the
specificity was 0. 535. Conclusion The expression level of DNA pol a is significantly increased in AD patients
with DAT,and its expression level is related to the progression of AD,suggesting that DNA pol a has the pos-
sibility to be a potential blood biomarker for the diagnosis of AD.
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